and hypothalamic gene expression. 64 (2) Activating mitogen-activated protein kinase (MAPK) cascades, cytochrome P450 (CYP) enzymes, and oxidative stress in the placental tissues. [65] [66] [67] (3) Stimulating the phospholipase A2 (PLA), Ca 2+ influx, protein kinase C (PKC), and caspase cascade as apoptosis instigation. 68 (4) Inducing inflammation and oxidative stress through the aryl hydrocarbon receptors (AHRs), peroxisome proliferator activated receptors (PPAR-α), 64 pregnane xenobiotic receptor (PXR), 69 constitutive androstane receptor (CAR), and androgen (AR) and estrogen receptor (ER). 70, 71 Furthermore, exposure to EDCs causes dysmetabolic effects through their communication with transcription factors such as AHR, PXR, and CAR. 72 On the basis of these results, it can be inferred that exposure to EDCs may probably induce uteroplacental dysfunctions and contribute to some developmental thyroid problems. Their toxicity can be attributed to the concentration and period of EDCs exposure, developmental period, and sex type of the species involved. Further investigations are required to elucidate the potential associations with human health. Additional information is desired to determine neurotoxic effects of EDCs during the prenatal and postnatal periods (fetuses/neonates).
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